V = 4.48 df = 1 p < .05. V = 15.94 df = 1 p < .001 3 X 2 = 3.97 df = 1 p < .05.
This investigation into the etiology of phobic neurosis was prompted by a growing dissatis faction with existing theories. Neither the dynamic nor the learning theories seem to offer a satisfactory explanation of the origin and developmental course of phobic neurosis. It was hoped that by identifying the common features in the natural history of phobias, the results would suggest some of the etiolo gical factors. As a first step this paper deals with preliminary data from a controlled comparative study of a group of phobic pa tients and a group of normal controls.
Although Harper and Roth (7) completed a controlled study in which patients with severe agoraphobia were compared with pa tients suffering from temporal lobe epilepsy, no study has yet compared phobic patients with normal subjects.
The phobic patients were referred from the psychiatric outpatient departments of four Montreal hospitals or from other psy chiatrists. All 47 patients selected presented with phobias as the main neurotic symptom, and none suffered from obsessive neurosis, clinical depression or schizophrenia. Phobias were measured on a 1-5 point scale as pre sented in Table I. The control subjects were volunteers from a breakfast club, hospital personnel and/ or their friends and relatives. They were matched with the patients on the basis of age, sex, marital status and education. Table II shows the means and ranges of the matching criteria. There were no sig nificant differences between the groups with regard to the characteristics by which they were matched.
The incidence and rating of phobias is presented in Table III . In the patient group, 92 percent had agoraphobia and 8 percent specific phobias. The mean phobia score cor responded to 'strong fear, avoidance if at all possible'. Of the 45 percent (21/47) con trols with phobias, only one had agora phobia; the rest had specific phobias, and the mean rating corresponded to 'uneasiness but no avoidance'. Specific phobias included fear of snakes -6, heights -5, spiders -1, bees -1, and were clinically unimpor tant. The incidence of phobias in the control group is about twice as high as in the Man hattan study (degree of impairment not noted) and about 5.5 times as high as in 'Agras, Sylvester and Oliveau's (1) study on the population of Burlington, Vermont (mildly disabling). Table IV shows that there was a signifi cantly greater incidence of psychiatric illness (neurosis, alcoholism, depressive illness) in the families of the phobic patients than in those of the control group. Differences be tween non-phobic and phobic control sub jects are minimal and insignificant. Some characteristics of the subjects' par ents are given in Table V . There was a sig nificantly greater number of mothers with phobias and neurotic conditions in the pa tient group. There is good evidence that vicarious learning (modelling) is an impor tant factor in the acquisition of phobias. Hagman (6) found a significant correlation between the kind and number of fears ex pressed by mother and child. In the case material here fear transmission from par ents to children by verbal or non-verbal means was quite obvious in a number of cases.
Maternal overprotection was noted more frequently in the patient group, although the difference was not quite significant (.10 > p > .05). Within the control group the rate of maternal overprotection seemed to be slightly higher for those subjects who re ported no phobias than for the phobic sub group.
Separation from mother or father before age 14 occurred with approximately the same frequency in both groups. With respect to the characteristics of the father, there is only one significant difference: fathers of phobic patients were more frequently de scribed as 'neurotic'. There was no increase in accident rate, fainting experience, episodes of ill health, incidence of illnesses and death in the sub jects' families in the patient group, and there fore there was no evidence that exposure to fear-provoking or fainting experiences were related to the later development of phobias or to the very common fear of fainting which was seen in the agoraphobic patients.
On the other hand childhood fears (listed in Table VI) , with the exception of fears of animals, were more frequently experienced by the phobic subjects than by the normal controls.
In the Maudsley study, Marks and Gelder (15) found that most people with phobias were slightly introverted, retiring, and with high neuroticism scores, but others were un doubtedly quite sociable before becoming phobic. Roth (19) found that most people with phobias tended to be obsessive and in troverted and had strong feelings of responsi bility. The clinical impression was that they tended to be slightly obsessive, anxious, wor ried people, with a sprinkling of hysterical and psychopathic individuals among them.
Insofar as sexual history is concerned, the two groups did not differ from each other. Phobic women were not more frequently frigid than control subjects -28 percent and 20 percent respectively. The prevalence rate of frigidity in the experimental popula tion was surprisingly low. Roth found total frigidity in 60 percent of his phobic women, the difference between them and controls be ing significant. Others have found the in cidence of sexual disorder to range from 53 percent to 92 percent in agoraphobics (14) . However, these figures are not higher than in anxiety or other forms of neurosis. It may well be that the advent of contraceptive pills and changed sexual mores have contributed to the smaller number of frigid women in this sample. Table VII shows that there was a signifi cant age difference between patients and those controls with phobias with respect to the first phobic experience. It also shows that while the majority (57 percent) of control subjects with specific phobias have with few exceptions experienced their phobias since childhood, in only a minority of the agora phobic patients (21 percent) did their phobic experiences begin in childhood and many (49 percent) had temporary remissions. This corresponds to the data of Marks and Gelder (16) who reported that specific phobias be gin in childhood while agoraphobias first ap pear in late adolescence or later. In many cases it was not possible to identify the causes of these remissions; in some it seemed that more favourable economic conditions such as moving from an unfamiliar to a familiar situation and other changes for the better were instrumental in bringing about a gradual lessening in the intensity of phobias.
What is probably more important to note is that non-avoidance of the phobic situation did not necessarily lead to lessening of the phobia. The train, tunnel phobias of two agoraphobic men were not extinguished al though these men commuted daily by train through a tunnel to work for many years. It is also worthy of note that few people suffering from agoraphobia are able to avoid all situations which trigger their anxiety re sponses.
In the majority of phobic patients, phobic experiences became continuous after calami tous circumstances such as the death of a relative or friend or serious illness in the family. In about 14 percent the onset of phobic neurosis began when the subject was faced with an unavoidable conflict. This was defined as a conflict which stemmed from the patient's objective life situation and not from such marital conflicts, indecisiveness or work difficulties which arose as a conse quence of the neurotic condition. For ex ample, an unavoidable conflict occurred when the daughter of a staunchly Protestant mother announced her decision to become a Roman Catholic nun; the girl suffered from a hematological disorder with greatly in creased bleeding time. Thus, resentment and anger at her daughter's plans were equally balanced by the knowledge that this step would prevent her daughter from marrying and subsequently dying in childbirth.
It is obvious from the list of precipitating factors that there is no direct relationship between the precipitating factor and the con tent of the phobia. A patient might become agoraphobic after a sudden fire in the house or after witnessing the death of a friend. There is, however, some correspondence be tween the precipitating event and the content of the specific phobias, as when a bee sting leads to an insect phobia. Table VIII shows the rating of neurotic symptoms in both groups. Except for fear of cancer and guilt as a symptom of depres sion, the two groups were significantly dif ferent. However, it is important to point out that on a 1-5 scale a neurotic symptom is clinically not very meaningful unless rated above 2. Thus, it can be said that although the patients were significantly more de pressed, this depression was minimal. The same can be said about hysterical signs, ob sessive symptoms and hypochondriacal fears. The notable exceptions are a relatively high score on anxiety, tension and physical mani festations of anxiety, and on dependency.
The agoraphobic syndrome seemed to be quite uniform. Fear of fainting or vomiting, fear of being embarrassed in public and of making a fool of oneself were frequently ex pressed as underlying causes of the phobia. Most patients found that the presence of an- other person, not necessarily a trusted or even a liked one, diminished anxiety in the phobic situation. However, a few would rather be exposed alone to the phobic situa tion than to the ridicule of others which might follow their avoidance behaviour. In some cases the fear experienced was quite specific to a particular situation -one pa tient could work without anxiety in a busy cafeteria but could not eat in a restaurant; another could perform as an umpire but not as a spectator at baseball games. Table IX shows the results of the psycho metric tests. Patients scored almost twice as high on the IPAT Anxiety Scale as did the control group; they were significantly differ- ent on all the MMPI clinical sub-scales but their scores on psychasthenia and social in troversion sub-scales were particularly high. On the Wolpe-Lang Fear Survey Schedule (FSS) (24) patients had a high total fear score and were significantly different from the control group on every fear category. These data again demonstrate that being clin ically phobic entails not only a multiplicity of fears but a variety of neurotic symptoms -something learning theory cannot explain and which should be taken into considera tion in the treatment of phobias.
Discussion
The findings of this study do not support the concept in learning theory -that pho bias are acquired through classical condition ing and maintained on the basis of operant conditioning. Derived from animal experi ments, this concept holds that a neutral en vironmental stimulus, previously paired with a traumatic, fear-evoking event, acquires the ability to elicit fear. The conditioned fear then persists because the organism, by avoid ing the fear-evoking situation, prevents ex tinction from taking place. The avoidance behaviour does not lead to 'reality testing', nor, therefore, to spontaneous remission.
In sharp contrast to this theory, enquiry here into the precipitating circumstances of phobias revealed that only in the history of specific phobias, and even then only infre quently, could a traumatic event be identi fied. Similarly, in those instances where spontaneous remission occurred there was no evidence that forced reality testing played any part.
On the other hand, the data suggest that modelling, vicarious learning, and mediation by verbal cues may have been important fac tors in the origin of phobias. Jones (10) found social imitation to be an important cause of irrational fear in children. Murphy, Miller and Mirsky (17) demonstrated the acquisition of a conditioned avoidance drive in monkeys who only observed other mon keys receiving shocks. Bandura (2) demon strated that fear may be acquired in both children and adults by modelling -witnes sing the fear-provoking effect of aversive stimuli.
The present study revealed that 30 per cent of the patients had mothers with pho bias and 3 percent had fathers with phobias. While these figures are most probably an underestimation of the true incidence of phobias in the parent group, what of the ma jority of cases in which neither parent was phobic or those in which there was a differ ence in kind between the phobia of the par ent and that of the patient?
A likely explanation and one which seems more consistent with the clinical phenomen ology and the nature of precipitating events is that agoraphobia in the majority of pa tients is due to the reactivation of childhood fears. The situations which the agoraphobic avoids seem to resemble those which in childhood had aroused separation anxiety or related fears. The potential for reactivation of these fears may reside in the level of maturation and parental attitudes and ad monitions at the time of learning. Only a longitudinal study would enable this hypo thesis to be tested.
The fear of strange, unfamiliar faces is very common from the age of eight months on. Jersild and Holmes (9) found that a strange person elicited fear in 35 percent of two-year olds, 22 percent of three-year olds, 7 percent of four-year olds and in no fiveyear olds. Fear of being left alone, of the. dark, and of loud noises diminished from ages two to four and disappeared completely by age five. Thus, certain stimuli seem to be pre-potent factors in eliciting fear (14) , and there may be a facilitatory if not a critical period for the imprinting of these fear re sponses.
In addition to those stimuli which seemed to be pfe-potently fear-provoking the ad monitions of parents may also play a part. It was found here that the frequency of overprotective parents approached statistical sig nificance. In contrast, Snaith (22) in his study of phobic patients, did not find the incidence of maternal overprotection signifi cantly increased. Levy (12) in his classic monograph does not even mention phobias among the symptoms of overprotected child-ren; however, his subjects had not yet out lived the time of risk.
It was noted that above 80 percent of the agoraphobic patients had lost these child hood fears. They reappeared subsequent to one of several precipitating factors which shared the common property of increasing the anxiety level. The reactivation of fears lost in childhood had been demonstrated in animal studies by Petrova (18) and Fonberg (5) . The latter developed various instru mental responses, including an avoidance response to noxious stimuli in dogs. These responses were then extinguished and when the dogs, as adults, were made experiment ally neurotic, the avoidance response, and only the avoidance response, returned.
Insofar as specific phobias are concerned Bindra and Cameron's (4) study suggests that the cue function of a given stimulus situation depends upon its arousal value. If it can substantially increase activation to a critical level the stimulus will provoke the response and basically it is then a threshold phenomenon. Indeed, it seems that in onetrial traumatic learning, both in rats (8) and in humans (20) a very high level of activa tion was a prerequisite.
What maintains the phobia? It is generally assumed that the phobia is not extinguished because the phobic individual, by avoiding the phobic situation, never re-experiences it without fear, and thereby preserves it. On this and other theoretical bases, many clin icians push the patient to accept the chal lenge and enter the phobic situation. The findings reported here suggest that this in itself is often ineffective. The phobias of many patients were not eliminated, but on the contrary were intensified by exposure to the phobic situation, although perhaps a longer or indefinitely long-time exposure may facilitate extinction (23) . Indeed it seems that in animal experiments (3, 21) persist ence of an avoidance response and the length of time required to extinguish it is dependent upon its strength during conditioning.
In humans some other factors seem to have been influential in the maintenance of phobias. Once anxiety reaches a certain level the phobia remains active even without fur ther noxious experiences. Lader and Mat thews (11) found that the fate of an unreinforced stimulus (measured on Galvanic Skin Response) depends upon the level of anxiety of the subject. Above a certain threshold unreinforced fear responses be come progressively greater, while at lower levels the fear response habituates out. This seems to correspond to the clinical picture.
Another factor may also explain why pho bic responses do not undergo spontaneous extinction -unlike animals, phobic patients may anticipate and anxiously rehearse such events as going shopping, to a party, and so on. As Malmo (13) has demonstrated, the anxiety once set in motion mounts in a spiral-like fashion. At the point when the agoraphobic patient leaves her home she is already in a state of heightened arousal and partially re-experiences the phobic fear. In other words, the patient self-administers a partial reinforcement schedule.
Finally, it should be emphasized that a phobic neurosis, in particular, agoraphobia, is not synonymous with a conditioned avoid ance response. The exaggerated dependency need, the frequent mood swings during the course of neurosis, the loss of self-esteem and so on, frequently create the situation which increases the patient's anxiety. Anxiety from any source intensifies the phobia, thus locking the patient into a vicious circle.
The concept of the origin of agoraphobia as a fear response acquired on the basis of maturation and learning in childhood (sepa ration anxiety and fear of strangers) and reactivated due to noxious or 'conflictful' situations is perhaps more in accord with the data reported here than is the supposition that anxiety is conditioned to, for instance, the experience of being on a crowded street. In the latter it is not possible to identify anxious unconditioned stimulus which is to be conditioned to the sight of the street and crowds. Neither does the second concept ex plain the uniformity of the agoraphobic syn drome nor the accompanying neurotic symp toms, as Marks (14) has also pointed out.
Summary
A group of 47 phobic patients (92 percent agoraphobic and 8 percent specific phobics) were matched with the same number of con trols on age, socio-economic status and education. All subjects were assessed by two independent psychiatrists, on psychometric tests (IPAT, FSS) and on self-assessment of neurotic symptoms and social maladjustment. Among the control group 40 percent were found to have specific phobias and 5 per cent agoraphobia; the severity of both being much below that of the patients. The rate of incidence of other neurotic illness (obses sions, alcoholism, depression, and so on) in the families of phobic patients was higher than in the control group. Mothers of phobic patients had a higher incidence of phobic neurosis and were more frequently described as overprotective than were control mothers. Childhood fears were more frequent among the phobic patients (slightly obsessive, wor ried persons) long before the onset of the phobic neurosis. On the IPAT anxiety scale and on the FSS, agoraphobic patients scored higher than the specific phobics, who scored higher than the controls. Specific phobias in both patient and control groups seemed to have begun in childhood and persisted until treatment.
On the other hand, agoraphobia developed much later, and half the patients reported temporary remissions. Other neurotic symp toms (hysterical signs, obsessive symptoms, and so on) while clinically unimportant, were still significantly more frequent in the phobics than in the control group. The agoraphobic syndrome showed surprising uniformity from patient to patient.
It was postulated that agoraphobia is due to reactivation of separation anxiety, while specific phobias develop as a conditioned fear response.
Un groupe de 47 patients phobiques (92% agoraphobes et 8% autres phobies) ont 6te appareilles avec un meme nombre de con troles quant a l'age, le statut economique et l'education.
Tous les sujets furent evalues independamment par deux psychiatres par des tests psychometriques (IPAT, FSS) et par une autoevaluation des symptomes nevrotiques et de l'inadaptation sociale. Dans le groupe de controles, 5% presentaient une agoraphobie et 40% d'autres phobies specifiques, la gravite de ces deux types de nevrose etant de beaucoup inferieure a celle de 1'autre groupe. Le taux d'incidence d'autres maladies ne vrotiques (obsessions, alcoholisme, depres sion, etc.) dans les families des patients phobiques etait plus eleve que dans le groupe controle. Les meres des patients phobiques avaient une incidence plus elevee de nevrose phobique et etaient plus souvent decrites comme surprotectrices que les meres des sujets controles. Les phobies infantiles etaient plus frequentes chez les patients phobiques qui tendaient a etre legerement obsessionnels et inquiets, longtemps avant le debut de la nevrose phobique proprement dite. A l'echelle d'anxiete IPAT et FSS les patients agoraphobes ont pr6sente des chiffres plus eleves que les autres phobies specifiques, qui eux-memes ont atteint des chiffres plus eleves sur les controles. Les phobies specifiques dans les deux groupes, patients et controles, semblent avoir debute dans 1'enfance et persiste jusqu'au traitement.
Par contre, l'agoraphobie s'est developpee beaucoup plus tard et la moitie des patients ont raporte des remisions temporaires. D'autres symptomes nevrotiques (hysteriques, obsessionnels, etc.) bien que cliniquement sans importance ont ete neanmoins trouves de f agon significativement plus elevee chez les phobiques que dans le groupe con trole. Le syndrome agoraphobique s'est montre etonnament uniforme d'un patient a. Fautre. On peut postuler que l'agoraphobie est liee a la reactivation de l'angoisse de se paration tandis que les autres phobies spe cifiques se developpent comme une reponse conditionnee de crainte.
The thing I fear most is fear.
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